intolerance to appear at times in patients with mucosal damage from any cause and disappear when the mucous membrane recovered. Such a situation might account for the transient gluten intolerance observed in some patients with longstanding tropical sprue and other forms of enteropathy. Deficiencies affecting several enzymes have been shown to result from mucosal damage (Padykula et al. 1961) . Depression of sucrase levels in the mucosa and the occurrence of sucremia have been reported in patients in Puerto Rico with long-standing sprue and mucosal damage (Santini et al. 1957 , Santini et al. 1960 . We (1) Whipple's disease: The characteristic periodicacid-Schiff-positive cells which fill the core of the villi appear in the electron microscope as large mononuclear phagocytes containing numerous striated cytoplasmic inclusions. Many elongated virus-like particles are present in abundance between the phagocytes.
(2) Intestinal lymphangiectasis: The channels of the endoplasmic reticulum of the epithelial cells are greatly distended and contain much dense material, presumably lipid, and the mitochondria also are swollen. The microvilli show many fusiform or saccular swellings, and it is suggested that these are produced by passage of fluid from the cell into the intestinal lumen.
(3) Idiopathic steatorrha?a: The epithelial cells show varyingdegrees ofabnormality. Changes are usually visible in the endoplasmic reticulum and mitochondria, though the most striking lesion affects the microvilli, which are fewer and shorter than normal. Another notable feature is the electron-translucent material which surrounds the capillaries and separates them from the epithelial basement membrane. In the more advanced cases, this material is replaced by collagen. (1930) who coupled di-azotized atoxyl to pneumococcus type 1 and 2 horse antibody and found that such material still reacted as an antibody. The agglutinin titre was unchanged and protection of mice against fully virulent pneumococci could still be achieved with it. Marrack linked the dye R-salt-azo-benzidine to a typhoid antiserum, and showed that this reagent would agglutinate typhoid bacilli into red clumps. Moreover, he proved that this was a specific antigenantibody reaction, as follows: Red antityphoiddye was mixed with unconjugated, uncoloured cholera antiserum, and this mixture was added to typhoid bacilli and to cholera vibrios. Both organisms were agglutinated but, whereas the clumps of typhoid bacilli were red, the cholera vibrios remained unstained. 
